Minimal rates of oxygen consumption in small-for-dates babies during the first week of life Scopes and Ahmed (1966) showed that the minimal rates of oxygen consumption in small-fordates babies remained low during the first 3 days of life but rose abruptly at 4 days and thereafter rates were similar to those of mature babies. During a different study involving metabolic rates (Bhakoo and Scopes, 1971) , we had reason to repeat these observations on oxygen consumption in small-fordates babies with quite different findings.
Material and methods
The birthweights and gestation periods of the 11 babies studied ranged from 1940 to 2700 g and 37 to 40 weeks. Gestational age was calculated from the first day of the mother's last menstrual period in all cases. All babies were below the 10th centile birthweight for gestational age (Butler and Bonham, 1963) . The mother's permission was obtained for each study.
Oxygen consumption was measured ir, an apparatus working on the closed circuit principle as described by Scopes (1965) . The study was performed during postprandial sleep over a period of 20 to 30 minutes. The temperature of the environment was kept within the neutral range and was confirmed by measurement of the skin temperature of the exposed abdominal wall. 48 observations were made. Table I shows the minimum rates of oxygen consumption in these babies during the first week of life. In the first 12 hours only 2 observations were made. However, the rates of oxygen consumption during this period are the same as the larger number of observations made by Scopes (1965) and by Hill behaved like the normal mature neonates. The 3-day lag before a rise in oxygen consumption as seen by Scopes and Ahmed (1966) on small-for-dates babies was no longer shown. Discussion There are always difficulties in interpretation of consecutively studied clinical series. The two series compared were in the same unit, using the same techniques, and with an apparently similar population. The findings in small-for-dates babies of the first series (studied in 1964-65) were materially different from those found in the later series and call for an explanation. One of the more obvious changes in the care of the babies between the two series was in the feeding regimen as shown in Table II . It is apparent that not only were the babies in the later series fed early with milk, but also their milk intake was more than twice that of 1966 babies during the first 3 days of life. While 4 out of 17 babies of Scopes and Ahmed's study (1966) developed hypoglycaemia, none of the babies in the later series was hypoglycaemic. Gentz and Kellum (1971) found that the rise of (Montgomery, 1962 Prolonged continuous positive airways pressure for pulmonary oedema due to persistent ductus arteriosus in the newborn Distending pressure is now recognized therapy for neonatal respiratory distress syndrome (RDS) (Gregory et al., 1971; Chernick, 1973) . In most cases the duration of therapy is less than 3 days. This paper describes the prolonged use of continued positive airways pressure (CPAP) to control drugresistant pulmonary oedema in 2 babies who initially suffered from RDS, but aged 1 week developed the signs of a persistent ductus arteriosus (PDA).
Observations

Methods
RDS was managed in the standard manner (Davies et al., 1972) . The Bennett PR 2 ventilator was used when intermittent positive pressure ventilation (IPPV) was indicated and also for administering CPAP through the endotracheal tube (Etches, Houghton, and Moore, 1973) .
Case reports Case 1. A female, birthweight 1190 g at 28 weeks' gestation, was apnoeic at birth. Intubation and positive pressure ventilation were applied but severe RDS developed and the IPPV was continued. Aged 30 minutes on IPPV (pressure 24 cmH20, rate 32/min, oxygen 80%) the blood gases were pH 7 -16, Pao2 56 torr, Paco2 52 torr. Her RDS improved and by 7 days the blood gases were satisfactory in 40 to 50% oxygen at ventilator pressures of 16 to 18 cmH2O and rates of 20 to 30/minute. Periods of spontaneous respiration occurred.
The pattern of her illness now changed, with widespread crepitations in both lungs. Chest x-ray was compatible with pulmonary oedema. The blood pressure was 60/20 with bounding pulses, and a loud systolic murmur heard in the pulmonary area suggested a PDA. She was not infected. Attempts to discontinue IPPV from the 14th to the 17th day failed due to progressive hypercapnia and pulmonary oedema not consistently controlled by digitalis and frusemide (Fig.  1) 
